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1998-492645 Document No. 129:212315 ***hZAC*** encodes a zinc finger 
199 protein wl?h antiproliferative properties and maps to a chromosomal region 
frequently lost in cancer. Varrault, A.; Ciani, E .; Apiou, F , flange s, 
B ; Hoffmann, A.; Pantaloni, C; Bockaert, J.; Spengler, D .; Jour not, L. 
(CenSe National'de la Recherche Scientifique UPR 9023, Montpellier, 
F-34094, Fr.)- Proc . Natl. Acad. Sci . U. S. A., 95(15 , 8835-8840 
(English) 1998. CODEN: PNASA6 . ISSN: 0027-8424. Publisher: National 

AB SfprSiousfy'reSrted the identification of J^f a novel mouse 
zinc finger protein that shared with P 53 the ability to regulate 
concomitantly apoptosis and cell cycle progression We describe here the 
isolation, chromosomal localization, and functional in Y^ 0 
characterization of its human homolog. ***HZAC*** nNA-bindina 
exnressed zinc finger protein that reveals transactivation and DNA-binding 
actdvitT ***SSIc*** inhibits tumor cell growth through induction of 
apopStic cell death and Gl arrest. Thus ***hZAC*** , llk ^ ^ m °use 
counterpart, displays antiproliferative properties through pathways known 
to be central to the activity of P 53 . We mapped ***hZAC °" 
chromosome 6q24-q25, a region frequently deleted _ m many solid tumors . 
indeed, allelic loss at 6q24-q25 has been shown in breast and °vary 
cancers, melanomas, astrocytomas, and .renal cell carcinomas F ^hermore, 
Abdollahi et al. [Abdollahi, A., Godwin, A. K., Miller, P. D., Getts L . 
A., Schultz, D. C, Tagushi, T . , Testa, J. R. & Hamilton, T. C. (1997) 
Cancer Res 57, 2029-2034] recently isolated ZAC through its loss of 
expression' in a surface epithelial ovary tumor model and accordingly named 
it Lot for "lost on transformation.". In view of these observations, the 
functional properties we report here provide further arguments to consider 
***hZAC+** as a tumor suppressor gene candidate. 

L7 ANSWER 2 OF 4 CAPLUS COPYRIGHT 2001 ACS _ n . rt . 

1997:189967 Document No. 126:212214 Significance of Borane Tuning in 

Titanium-Catalyzed Borylation Chemistry Motry, Douglas H., Brazil, Aimee 
G.; Smith, Milton R. , III (Department of Chemistry, Michigan State 
University, East Lansing, MI, 48824, USA). J. Am. Chem. So c. ' Jl^ 11 ) ' 
2743-2744 (English) 1997. CODEN : JACSAT . ISSN: 0002-7863. OTHER 
SOURCES: CAS REACT 126:212214. Publisher: American Chemical Society. 
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stoichiometric reaction between 1 " B *° P 0 f f if ethylene ligand in 1 by 

yields Cp*2TM eta 2-CH2 C(H)BCat) ^2^ wn *. ral at room te mp . 

CH2:CH2 and 1 + CH2 : C (H) BCat is essentially kcal/mol) , the analogous 

(Keq = 1-2(2), DEL TA.G^degree. reac tion - 0 09 ( ^f 1 /^^' . gtoreq . 120 0, 
equil. between 3 + CH2.CH2 and 1 + * kcal /mo 1 ) Also, displacement of 
. DELTA . G . degree . reaction .ltoreq. "^L Shvlene is rapid (even at 
the vinyl boronate amide ligand in 3 by ethylene is «P ^ and which 
-80. degree.) when compared to the paction be tween y thermodn. 
requires several days to reach equil • ^ r °om temp, inu catal t (1) when 

HBCat. 

1992-46366 19920203. ^ , , ***„tooB*** , and mboC of 

egression of the genes in Escherichia coh was also shown. 
L7 ANSWER 4 OF 4 CAPLOS COPYRIGHT 2001 *CS expression of the 

1993 : Sol LatricUor- modification system . ^"^^"eioprod'. Descent . , 



which 



The genes from Moraxelia oovis, m^un »~ - . Threa ODe n 

system were cloned and expressed in Escherichia coll . Thre e open 
frames were found in the sequence contgth e^ene s Thes e gen okentation 
i^tneTnomrlentf mboA ZTIoC .ncoSS Sol 'm.th yl transf erases (named 
«*L .^" g ^e"cSef 4 fo^ol 3 rSS 

28 mfno acid residues^ Recombinant E .ooli-MBO I which contained the 

Sstemst^ThrprotSrre^nces^rthf Moofsystem had 38-43* homol. with 
those of the DpnII system. 
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0270-S74 3C1 pibU^i: ^Xenoenfpro^inase A pathway 
if most mammalian cells, the ?f^g|^S* t ?S„ . However In Schwann 

phase of the cell cycle Ectopic express! for cAMp ^ 

?etroviral vector _ show that the Glphaw", ^ . n addn that t 
alleviated by a single protein, myelin *** S uppressor*** is to 

feaX one function of the Nf ^Sp*** and ^expression of cyclm 
antagonize the accumulation of Specific protein, cyclm Dl, 

suppressor . 

HI ANSWER 2 Of 13 CAPL D S COPYRIGHT JOOIKS^^ ^ CPEB binding protein 

. foe^eni of iSSemrSr ec.la Biolo*. florae, S«« 

feS^Wo'. CODEN: MCEBD4. ISSN: 0270-730*. Puhlr S her. 

activated transcription of J large no . °£ ion with phosphorylated CREB 

coactivator competition ^,f f ^"?^us observation that protein kinase 
regulation, we have made *e fortuitous od with KIX . 

A-phosphorylated CREB strongly enhances pW a mutant, 
' PhSsphSrylated CREB also facl i lta ^ /^er CREB functions in a novel way 
defective for KIX binding, indicating that CREB t ^^ ^ direct 
to bridqe P 53 and the coactivator. This is au y terminus of p53, 

interact between the bZIP /--n of CREB and the ^ ^ istent 
a protein-protein interaction that is stimulation of the 

• wi?h our biochem. observations, we show that stimu hosphory i a tion, 

Song!^ t _ „ 

Sc^ntl^ 

Spates ^\?gSEM P p5™criptional activity. 

expression in human retinoblastoma HXO Rb44 cens | engxia (Henan 

Scan" SS, Jinglan; Tian, Xiaoli; Pang, Guangren ^, 9 Yanke Yan D iu, 
' SS, TfUngiifh) ^0S gZ ToDEN:°YAkFH:° P isS^ 1003-0B08. Publisher: 
Henansheng Yanke Yanjiuso is one of selective binding site 

AB " Objective It is known that 8 -Br cAMP is through regulation of 

analogs for cAMP RI ^ al Pf ' 5° Sf C p 5 3 and V are antioncogenes which 
' gene expression. The pl6, P 21 ^' Jf i>il cycle. The aim of this study 
affect cell qrowth through control of cell cyciB antioncogenes 
• !s '^investigate the 8-Br-cAMP effect on the^xpr^ssi^ ^ 1640 

.. ^^^J^^^^i 2 ( Hr^ri S ceii 
■ ^brwSd ss^,°S5.»tsrsi 1 « v» «* - — — resp - 



■ with biotin-labeled cDNA P-f^^^P fS? PcS, cdk2 and cdk4 were 

immunoreactivity_ (IR) of P16, PJlwatl, * £ dies on dot blot. Results 
detected resp. with specific ™° n ^™% ro tXn dot blot of cdk2-IR, cdk4-IR 
The mRNA dot blot sxgnals of mp53 and ProJ^g (p < 0 . 05 .apprx . 0 . 01) . 
and PCNA-IR in EG were weaker than those in ^ eg were stronge r 

While, the mRNA signals of pl6, P21wafl, ^ intensity D f each protein dot 
than t-hose in.CG (P < 0. 05-apprx. 0 01) . The r nte Y ^ wP5 3-IR 

blot was consistent with that of ™fir ™a a cAMP could up-regulate 

and mP53-IR not to be done) . Conclusions U> 53 ^ and protein 

expression of antioncogenes including plb,j? down _ re gulate 
expression of P16, P21wafl and PI*. (2^ 8 Br ^ ^ ^he 

m p53 gene expression and protein ^ressi human H XO-Rb44 cell growth 
« rnfefferfnfrelfteSTene expression of cell cycle. 
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2000:150213 Document No . 133:3090 The et get , r vitro> ^eng, 

expression in human retinoblastoma ™Rb« ceil type)p5 3 mRNA, and Rb 

mRNA, P 21WAF1 mRNA, w wild ^ ^ mA dot blot technique. 

mRNA were detected by in situ hybridization an detected by 

The PCNA, P 16, P 21WAFl, pRb, cdk2 and cdk4 prote Results: The signals of 
immunohistochem. and protein dot blot tecnniq mRNA were 

P21WAF1 mRNA, P 16INK4 mRNA, wp53 mRNA, mp53 mRNA p2 lWAFl-IR and 

localized in the cytoplasm of HXO-Rb44 cells i P dot b] _ ot the 

pRb-IR were predominantly localized xn h 

relative scanning value of Pl"NK4 m™A, p (EG, treated with 

and pl6-IR, p21WAFl-IR, pRb -IR of the exptl.^r pj, ^ ted th 

8-Br-cAMP) was higher than that in resp co ¥ lue of the mp5 3 

no 8-Br-cAMP), P < 0 " j Ava TR of EG was lower ?han that in resp.. 
mRNA, PCNA-IR, cdk2-IR and cdk4-IR of EG was 1c [ could innlbxt 

• control groups, P< 0.05 0.01. oonci (2 ) 8-Br-cAMP may 

human HXo-Rb44 cell growth and prolif nation. ^ expreS sion of P 16INK4, 
up-regulate antioncogene ex Pf essl °^' r ^ton of pi 6, P 21WAF1 and pRb . 
P21WAF1, wp53 and Rb and protein expression of pi W P NA _ IR cdk2 -IR 

^3) 8-Br-cSp may down-regulate expression of ™Pf ^VL-cAMP ma y 
SelrSaie-n^SSSSi c& ^ Sa° inhibition of cell cycle 
progressing related gene expression. 
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1999:33337 Document No . "0.219039 ICbRiig activity of 

***suppressor*** fc ^t mediates the antipr _ Ghassan; Schlotter, 

***cAMP*** • Razavi, Reza; Ramos, Juan C , len , Gyneco logy, New 

Florence; Molina, Carlos A. ^Pf^^^^^f Oncogene, 17(23), 

fo\i%r^^^ ° 950 - 9232 - Publisher: 

AB SrSconfSs^enger cAM P ^nhibits ^^^2^-^ ^the 
The nuclear response of ^ " f^!"? °* ne 0 ne of the products of the 
cAMP-Responsive Element Modulat or (CREM^ cAMP Early 

CREM gene, the transcriptional repressor ^au icER-II . gamma . 

Repressor- I I. gamma. (ICER-II .gamma .), is inducea oy show that 

blocks cells at the G2/M boundary of the cell^ycle. esis of mouse 

ICER-II. gamma, dramatically inhibits the growtn * alteration m 

mediating the antiproliferative activity of cAMP. 
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1998:550239 Document No. 129.28 606 / ^rasLx orme d granulosa cells. 
p53-mediated apoptosis in no ^la n ^as trans Ada; Natara jagounder , 
Amsterdam, Abraham; Breckwoldt, Maren, Dantes^ ao , Biology , Th e 
Selvaraj; Aharoni, Dont _ ( De P ar ^^ Q f i^aS) Cell Death Reprod. 
Weizmann Institute of Science, Rehovot, Israel) E ditor(s): 
Physiol., [Proc. Int. Symp . ], Meeting Date 19 * . New York , N . ^ 
Tilly, Jonathan!.; Strauss, Jerome F., III. spring 
(English) 1997. CODEN: 66NTA2. 



survi?al genes as modulators ?^ ^^^^^J^f^cn permit progesterone 
compartmentalization of st ^°^ogenac orga thin Se same cell; on actin 
prodn. and apoptotic processes to c °^ist witnin „n the presence of 
cytoskeleton rearrangement during apoptosis, the Pr 

components controlling steroidogenesis in apoptotic blebs. 

dirKrenKaSon^^os^^ 

organelles during apoptosis may _ permit P^eolysis^itno phenotype of 
barrier between these cellular activities. 

1995.' CODEN : TOHJAV. ISSN: 0440-2510 therapy 
AB In an effort to develop a new therapeutic strategy tor numan y 

The expression level of Rll.beta. protein „ 1flf , t the tarqet 

AB ^fc^eayi!* Paper the .u^.^cribjd^hj^daction^ apoptosis 
by extended cAMP-mediated signals in primary granulosa cei 
in this process in transformed cells expressing SV40 T antxgen. f In^ 

32. degree., a temp, which. allows the inanifestat ion of the wild typ 

higher at 32.degree. than at 3 .5 degree «««ting that »i ^yp^ ^ 

and of programmed cell death in granulosa cells. 
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j^^rs^i.* 1 ^"^^'"' hi - 82 ,English) 

CODEN: EC REAL . ISSN: 0014 : 4827. . llg are induced by 

AB SfSrentiation and lutexnxzrtion of granul o« eel intracellu i le vels 
gonadotrophic hormones and °^her substanc lation between the 

of cAMP. The authors have investigate id esis and to induce 
potency of these substances to enhance ster 9 d from rat 
apoptosis in primary granulosa ce 11 cult ures ind uced apoptosis m 

pSeovulatory f ollicles. ^he cAMP analo g 8 »rj= ^ ^ 37-de in 
>90% of the cell popul ation Jithin "h f these cells , FSH and LH, 

serum-free medium. The physiol. stimulants w followed by a 

SiS caused a moderate ^^fP^rogesterone prodn'. by 4-fold with no 
desensitization period, ^" ase ?_ p ^traS? fo?skolin, a potent activator 
apparent effect on «= ell .^Stod SoS SS cAMP and steroidogenic response 
£J ^o^e^S^ S^-eover, 

SrskoUn-stimulated cells by "^Sr™!^ further enhancement of 

maintains high levels of . ^"^"^^i, . Basic FGF (bFGF) and . 
cell death following 40 * °^ f^ation o) stimulated steroidogenesis m 
gonadotropin-releasing hormone (GnRH),whicn ote cei i death, 

these cells in a cAMP-independent manner^ P and bFGF led to a 

Moreover, costimulation J^^^^f "ptosis relative to forskolm 
substantial decrease in ^ J^ncidence o r a p p^ suppressor genes is 
alone. To exam, whether the e^^ion ol and apop tosis induced by cAMP, 
involved in granulosa cell dif fer J^ a ^ on * 0 transformed granulosa cells, 
the authors examd. the effect of cAMP in bv activity of P 53 as 

in which T-antigen expression "expected to c related proteins . 

well as of the retinoblastoma gene Product u?k , transformation 
Cultures of 3 different cell l^f.^f^tSn plus IBMX-induced 
demonstrated resistance to 8 Br cAMP or r resp0 nse in primary cells, 

apoptosis, in contrast to the severe apoptoric ^ lls by high 

The authors suggest that stimula ^° n °^ P S a ^ while stimulation of the 
levels of cAMP catalyzes P^gra^d cell death^ jn ^ response , 

cells by gonadotropic hormones, "^/^la?ion, can prolong the 
followed by desensitization to farther stim one or more 

lifespan of the luteinized granulosa cells.^ ^ ^ cAMP *** 

***tumor*** ***suppressor 
-generated signal leading to cell death. 
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^■iflll. orteToP-isl'^on 2 , f ^ J^S^Si^cia.. 

fliers .sT:s-";«s«r»'i 

Sd^ce, in^clls, chto^degtdn. in apoptosis, and the role 

of oxygen radicals. 
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SESSS" roo!" r C a ns!: r 22lS™eoe3o1 E T ngS3 h , H 19 M. CODEN : BCSTB5 • ISSH: 

with 66 refs., discussing .echanis™ ^J^" ' 

M a P :;;rr;rigge ri ;;; SU tnr;invo r ive m ent J ctoss-tal k , and the 

programming of apoptosis sensitivity. 
Lll ANSWER 13 OF 13 CAPLUS COPYRIGHT 2001 ACS r _ mediated 
1994:531136 Document No "1.131136 Retrovir cAMp _ dependen t protein 

overexpression of the Rll.beta. suduuxu . n and re verts the 

. kinase induces differentiation jn human ^ukemia eel ^ 1q; Budillon , 

transformed phenotype of mouse fibroblasts. 10 st ; fano; M erlo, Girogio; 

ST^Sh! SSS!"^', cS.^SSN: 1044-.523. 



metal lothione in- 1 promoter a feCted with MI -^•'^th C dCl2 brought 

packaging cell 1 -f^^f^^-TlI -beta . and ^ e J^_Sans formed NIH 3T3 
vector. The infection witn le ukemia and K * r " £ ity . The growth 

about growth arrest in HL 60 Accompanied 
clone DT ce ^_S a S^with the expression of ^:^ ng enlarged 

contrast, overe ^ r ^oU? e ration in DT cells. The f ^ with cA MP 

treatment greatly enhance RII . b eta. cAMP receptor ; y or *** 

transformation. 
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L 1999: 486711 Document No. 131 -241^^, ge Z ac in breast can 

***tumor*** liianaes, Benoit; Varrault, Annie, y Joel; 

AB Loss of ^ro = | q21-qter g c th| east neoplasms suggastxng th P 

chromosomal ^""ti^umor*" ••♦suppressor 9» prot ein whrch 

of at least one * "™or cD1JA encoding a new zinc * naB ely 



^- 4-'~„ ^-f 7 ac in breast cancer cell lines 
- investigated the possible ^activation of ZAC ^ - n ZAC cod i ng region 

and primary tumors. The author J detected n nce Qf 6q24 q25 

in a panel of 45 breast tumors ^^i^ showed a deeply 

However, a survey of eight breast cancer cell 1 « cell Unes) ZAC 
reduced (three cell lines) ?r conq? lete l os iines ^ ^ 
expression. Treatment of n ^"t_°f a H£idiM induced ZAC re-expression In 
methvlation-interfering agent 5 aza ^y";" anal . of ZAC expression in 

^^x^BBS^ - ---- oan 

***tumor*** ***suppressuj. ^ 

L 16 ANSWER 2 OF 4 CAPLUS COPYRIGHT 2001 ACS ^ pAci _ R AP type I 

1999:340306 Document No "1.153872 ina ta; Hoffmann, Anke; 

receptor) gene byp53 and Zac. Ciani^ *** Sp engler, Dietmar*** 

Schmidt, Peer; *** J ° urn °^' ^iSqy Max Planck Institute of Psychiatry, 
(Department of Molecular Neurobiology^ Max 2 90-294 (English) 

Munich, D-80804, ™ n ^ w .^hq^S Publisher: Elsevier Science B.V.. 
1999. CODEN : MB REE 4 . ISSN: 0^9 328X. * tides and PAC 1-R are 
AB Pituitary adenylate ^lase-activating p PACAP ' s neurotrophic action 
expressed during early embryogenesis anu brain PACAP 

supports a role in neuronal development In the^ad^ ^ 
functions as a neuroprotective factor that *** SU ppressor*** 
" resulting from various insults. ine reaulate apoptosis and cell 

gene p53 9 and the new anc fjngsr protein Zac regulat^ pj? ^^^^ 
cycle arrest through V nrel £^ e S2" h ere ?hat p53 and Zac induce 
under cerebral ischmia. "J/^" mechanism p53 and Zac could 
■ !S e "une"the SL^f^tween-deSh Promoting and protective signals and 
Sy thus fulfill a dual role in ischemia. 
L16 ANSWER 3 OF 4 CAPLOS COPYRIGHT 2001 ACS : ^ receptor 

199 '1S»3.i^^ ^ ?h; ln bT' Phil ippe: ""no?- 

Sani "lisaLtta; Houssami Souheir; ^rabet, Philip, of 

"*Psychf,S Y f »lecular ^W^"^^' » Peptides, , 
S^UliSi ™- R COOE»f^ 5 ' 0077-8923. Publisher: Hew 

York Academy of Sciences . CAP reC eptor by a 

AB We reported recently t^^}^ 1 ^^^. Unexpectedly, we obsd addnl . 
functional expression cloning technique th / wi i d -type form of the 
PACAP-pos. pools that turned out to encode tne th /£ 0 vel zinc finger 

***tumor*** *** sup ? r ! SS ° r lo^rSnd cell cycle arrest. Both Zacl 

protein Zacl, which regulates jpoptosis and cell cy sion# induct ion 

and P 53 caused, under transient or stably regu ¥ gma < 

of the type I PACAP receptor by ^nscr^ptiona ^ 53 tg 

Transactivation of the type * J^APrecep and protective mechanisms . 

' S/conSol ^^ST? 
^M.^tSS?^!^'. r -Lciency syndromes, and 

neurodegenerative disorders. 
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1998:210854 Document No ^ -2^573 ^Nuci Bop i/ Z AC and their diagnostic 

***tumor*** ***suppressor niptmar*** ; *** Journot , *** 

and therapeutic uses. ***JPengler, Dietmar ' der wissen schaf ten 

Laurent*- (Max-Planck-Gesell schaft zur • . f V Spengler, 

; E.V., Germany; Centre National de la ^cherche ^ ^ 199804 q 2 125 

Dietmar; Journot, Laurent). PCT Int. Appi. DK, ES, FI, 

pp. DESIGNATED STATES: W: CA, JP, US, RW. KL, £ ^ pim)2 . 

' FR, GB, GR, IE, IT, LU MC NL, PT, SE (English^ 19960923 

AB ; ^b^^ X^^" 

sa ir=^ 

• relies on the transcriptional Ration ^ ^ ^ cm? signaling 

coupled receptor which m its ^tiv^ted rorm of cAMP responsive gene, 
pathway which in turn "suits in tte induction ible with a 

Structural anal, of Bopl demonstrated feature y zinc _ fin ger 



Structural aua±. ^ 
transcription factor composed of 



<^ i_n The overall 

inhibiting anchorage independ ^g inducej f°f osi ^ 

transformed cells "^^r arowt h, induces Gl arrest u ^ comprising said 

SS^S-lo^^;^.^-"^ 1 ^- an 
SSScS^mSIS -ognUing such polypeptide 
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